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[Abstract]
aimed to explore the prognosis of CHB patients complicated with fatty liver. Methods: A retrospective study of 915 patients with CHB

Objective: The co-existence of fatty liver and chronic hepatitis B(CHB) is common among patients. The study was

treated in the department of infectious disease of Jiangsu Province Hospital between 2016 and 2017 was conducted. Liver steatosis
assessment was performed using Fibroscan. HBV DNA viral load and the degree of liver fibrosis were compared between the two groups
with or without fatty liver. Results: Among the 915 CHB patients, 447 of whom were diagnosed with fatty liver (48.8% ). Controlled
attenuation parameter (CAP) value was negatively correlated with HBV DNA level. Compared with the simple CHB patients , CHB with
fatty liver had a lower degree of liver fibrosis(OR=0.79,95%C1:0.67-0.92, P=0.003). CAP values were U-shaped correlated with alanine
transaminase. Conclusion: This finding indicates that the severity of liver inflammation is aggravated in CHB patients with severe fatty
liver.

chronic hepatitis B;fatty liver; disease prognosis
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T O 9 B (hepatitis B virus, HBV ) JiGe % {H
T P8 R A %5, 2015 4R AL P AR 2H 41 (World
Health Organization, WHO ) % 4l &7~ , v E A A
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R IR R 5 FLARS B 4 T 4% 5 T 2L IR
BH A BFFT SR8 A 1 196 5] CHB M35, HERR Bk
HBV DNA 5, HBsAg {5 8.7 (n=281) J& , A A
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Figure 1 Study recruitment and participant flow
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7 2L 10 A BELR AR 45 42 1 52 9 24X (controlled
attenuation parameter, CAP) M AT EE(E (liver stiffness
measurement, LSM) . JIFHEAG A8 A7 CAP
{H=222 dB/m. HRBENRNIAT : CAP 222~232 dB/m; H
J I8 Ui JF : CAP 233~289 dB/m; & J¥ fig i if CAP=
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() 48.8% ) . 5 B4l CHB 20 AH Lt , CHB 4 J1:JE 05 AT
20 - P AR HE T K (P=0.024) , 1 L 461 5 5 (76.3%
vs. 70.5% , P=0.048) , AT HUis BE VAT 1Y LU A9 B 1y
(57.0% vs. 49.6% , P=0.024) . Wi #f [i] HBV DNA
ALT AST/K V-2 7 Te8ei 20 .
2.2 CHB&-Jt g5 AT #F HBV DNA 9% f

¥ CAP VE Jy i 221 A8 i, 43 B CAP {35 B
HBV DNA 7K - (%) 45 1k # #5 & B, CAP i 5 HBV

DNA K-S A 5, g 10 P 88 ™ B, o i 28 ot R AIG
(F2), 4 EAHITHURERIRIT )25, 4R
WAR WS (B 2) o TEPHHE T AR (P01 . HBeAg.
ALT AST Ui #7397 %2 )5 , HBV DNA 5 CAP{HZ
6] < HE Y OR=0.86(95%CI:0.76~0.98)
2.3 CHB &3 fig b5 AT AT 2F 4e Ak 6y % v

5 CHB &AL, & IFA8 D5 %) CHB 5 T
IR 2T 4 AL B 824 (OR=0.79,95%C1: 0.67~0.92, P=

®1 BUZEFXEBEN—RIFESHT
Table 1 Characteristics of the patients with CHB

Fabr BEST(n=915) 4l CHB(n=468) CHB & F 5 5 T (n=447) PIA
AR (%) 417 +11.6 409 +11.7 426+11.5 —
Bln(%)] 671(73.3) 330(70.5) 341(76.3) 0.024
HBV DNA (U/mL, Log %) 3.65+1.78 3.71+1.82 3.57+1.73 0.048
HBeAg[n(%)] 0.268
[HELES 591(64.6) 302(64.5) 289(64.7) 0.969
[H-4: 324(35.4) 166(35.5) 158(35.3)
ALT[n(%) ]
<40 U/L 606(66.2) 323(69.0) 283(63.3) 0.578
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<40 U/L 730(79.8) 370(76.1) 360(80.5) 0.471
=40 U/L 185(20.2) 98(20.9) 87(19.5)
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Figure 2 The change trend of HBV DNA with the CAP value increase
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0.003, &13) ., TECHUREEIRIT ARED, S E IR
B LSM BIME N 6.97, = T 452 B I8 Wi fiF /44 6.04
(P=0.308) ; JE Wi T 5 4T 4461 OR=0.78,95% C1:
0.58~1.03,P=0.083) , i1 Zx FH (CEHE A TE/R ) o

At OR(95%CI) P
R ()
<50 ’ 1.00 <0.001
=50 — 2.20(1.50~3.21)
P51
’ 1.00 0.005
— 1.94(1.23~3.08)
HBV DNA (U/mlL)
<2000 ’ 1.00 0.278
=2 000 = 0.90(0.75~1.09)
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Bﬂl“i s 1.00 0.262
[{Ef 3 fa— 1.25(0.85~1.85)
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=40 — = 337(3.02~5.64)
PURERIRYT
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A7 —. 2.01(1.37~2.96)
CAP(dB/m)
<222 . 1.00 0.003
=222 = 0.79(0.67~0.92)
0 2 4 6
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Figure3 Risk factors analysis of CHB with hepatic fibrosis
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Figure 4 The change trend of ALT levels with the CAP

value increase
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U A5 A P R B, HBY DNA 7K S 7 BRI
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20, B 2 HBsAg Al HBV DNA fIE R 5 @
ARPIRAS RS - 1R 5 P75 S B0 A Qi A2, i 4]
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